Enterocolitis is a rare complication of treatment with gold salts. It was first described in 1935 -namely, oral 20 mg prednisolone daily in a reducing dose and ampicillin. There was a reduction in her stool frequency, an improvement in her abdominal pain, and a less productive cough. She was discharged after one week but four weeks later, she relapsed with symptoms of watery diarrhoea and fresh blood, abdominal pain, and a further weight loss of 6 3 kg. Also, her productive cough had persisted.
V Wong, J Wyatt, F Lewis, P Howdle Enterocolitis is a rare complication of treatment with gold salts. It was first described in 1935 by Goldhammer2 and since then only 21 cases have been described.>"7118 The mechanism is unclear. An appreciable proportion of these cases was associated with high morbidity and mortality.4 781' Different treatment regimes including intensive supportive care with a combination of antibiotics, steroids, dimercaprol, and disodium cromoglycate have produced variable success.5 713 '5 No other concomitant infective agents have been implicated in the course of the disease to date. We report a case of gold induced enterocolitis complicated by cytomegalovirus (CMV) infection that responded to treatment with intravenous gangcyclovir.
-namely, oral 20 mg prednisolone daily in a reducing dose and ampicillin. There was a reduction in her stool frequency, an improvement in her abdominal pain, and a less productive cough. She was discharged after one week but four weeks later, she relapsed with symptoms of watery diarrhoea and fresh blood, abdominal pain, and a further weight loss of 6 3 kg. Also, her productive cough had persisted.
Her only medication was dihydrocodeine. On examination she was moribund and dehydrated. She was apyrexial and a maculopapular rash was present on her arms. Chest examination showed left basal crepitations and her abdomen was diffusely tender but bowel sounds were present. Moderate peripheral leg oedema was also noted.
Case report A 44 year old housewife with severe seropositive rheumatoid arthritis was unresponsive to treatment with simple analgesia, non-steroidal anti-inflammatory agents (NSAIDS), hydroxychloroquine, D-penicillamine, and salazopyrine. Gold treatment was therefore commenced. She was given a test dose of 10 mg intramuscular gold (myocrisin) with no major side effects. Fortnightly intramuscular injections of 50 mg mycocrisin were administered over the next three months. She developed a mild watery diarrhoea after two months of treatment but this resolved after gold injections were temporarily stopped. Further gold treatment was recommenced two weeks later and she received a total dose of 372-5 mg. Her rheumatoid disease activity responded well clinically. Unfortunately two weeks after her last gold injection she presented acutely complaining oflethargy, anorexia, weight loss (9 5 kg), abdominal pain, and watery diarrhoea (up to 20 times per day) with a small amount of blood. She was admitted immediately and no further gold treatment was given. She was not taking any other medication. She or the family had no history of colitis. She also had a three to four week history of a productive cough with greenish sputum.
On examination she was unwell with a pyrexia at 38°C, a tachycardia, and chest signs consistent with a left basal pneumonia. Her rheumatoid arthritis was quiescent and remained so throughout her hospital admission. Her abdomen was generally tender and rectal examination showed watery stool stained with mucus and a small amount of blood. Rigid sigmoidoscopy showed pronounced diffuse inflammation with multiple superficial ulceration and a biopsy confirmed severe proctitis (Fig 1) . She showed some response to treatment with supportive measures
INVESTIGATIONS
Full blood count showed 12-2 g/100 ml haemoglobin, white cell count, 11 3 x 109/l with 89% neutrophils and no eosinophils, and platelet count 410 x 109/l. C-reactive protein concentration was 75 mg/l (normal <10 mg/l). Urea and electrolytes gave a 121 mmol/l serum sodium, 5 6 mmol/l potassium, [5] [6] (Figs 1 and 2 ). There was a severe proctocolitis and ileitis with glandula distortion and surface ulceration. This was variable with some biopsies showing very florid regenerative features (Fig 2A) . Eosinophils were not evident in the inflammatory cell infiltrate. A prominent feature was the surviving aggregates of endocrine cells marking the former position of glandular bases where colonic crypts had been destroyed (Fig 2B) , a feature characteristically seen in graft v host disease. Also, apoptotic degeneration was frequent within epithelial cells of remaining crypts further increasing the similarity to graft v host disease. Occasional inclusion bodies highly suggestive of cytomegalovirus were seen in the ileal and rectal biopsies at colonoscopy and subsequently on the initial rectal biopsy when more sections were examined. Although immunoperoxidase was negative, these inclusions were confirmed as containing cytomegalovirus by DNA in situ hybridisation (Fig 3) .
The colonoscopic biopsies at seven weeks (on discharge from hospital), three, and seven months showed a progressive improvement in the proctocolitis although a degree of glandular distortion has persisted throughout. No Haematoxylin and eosin; original magnification x 120.
(B) A rectal biopsy from the same series as Figure 3A in 
